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Abstract: Objective To investigate the effect of lipopolysaccharide (LLPS) on the autophagy of A549 cells
and the effect of high mobility group box-1 protein (HMGB1) on the autophagy expression induced by LPS.
Methods CCK-8 test was used to detect the effect of different doses of LPS on the survival rate of A549 cells.
The lung epithelial cell injury model of acute respiratory distress syndrome (ARDS) was established by indu-
cing A549 cells with the lowest toxic dose of LPS. Death and autophagy of cells were detected by flow cytome-
try and transmission electron microscopy. A549 cells were treated with siRNA interference technology as well
as LPS. These cells were randomly divided into the blank group, the LLPS group, the Si-HMGBI1 group, and
the Si-HMGB1+ LPS group. The expression of autophagy in each group was detected by Western blot.  Re-
sults  (DThe lowest toxic dose of LPS for treatment of A549 cells for 24 h was 100 pg/ml, and the cells died of
autophagy. @In comparison with the LPS group, the Si-HMGB1+ LPS group had significantly decreased pro-
tein expressions of HMGBI1 and LC3B-1I /LC3B-1 after HMGBI1 was inhibited by siRNA interference tech-
nique. The above mentioned expressions in the S-HMGBI1+LPS group were between those of the blank group
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and those of the LPS group. and the differences were statistically significant ( P <{0. 05).

Conclusion LPS

can induce autophagy and autophagic death of A549 cells, and Si-HMGBI can inhibit autophagy induced by LPS

in A549 cells.
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